This Section ofPsychiatry meeting was an opportunity to consider the roles of viruses, and indeed other agents in the causation of neuropsychiatric diseasesmore specifically Creutzfeldt-Jakob disease, postviral fatigue syndrome, schizophrenia and other functional psychiatric disease ofunknown aetiology. I should like to discuss the viral aetiology of disease in general, and the above mentioned in particular.
There has always been a group of diseases of unknown cause which have been lumped together in a rough grouping and thought to have a common aetiology. In the beginning of the last century they were thought to be due to focal sepsis, and were treated by tonsillectomy, removal of the teeth and repeated colonic lavage, without any observable benefit. The advent of general anaesthesia was associated with a change in belief of their cause which now became visceroptosis, a condition that, using general anaesthesia, could be treated by plication of the mesocolon. Again, the benefit of the procedure was difficult to ascertain. When Sir MacFarlane Burnett introduced the idea of a set of diseases causedby immune responses against self, most of the ragbag of unexplained disease was transferred to this aetiological group. In the intervening 30 years the real cause of many of these diseases has been found, and most commonly has been due to a viral infection. Central nervous system examples of this are progressive multifocal leucodystrophy (PML), subacute sclerosing panencephalitis (SSPE), and progressive rubella panencephalitis (PRP). Nevertheless there are still diseases without a known cause, which are not easily classified as having viral origin or an autoimmune basis. These would include the diseases under discussion today with the exception of the postviral fatigue syndrome, in which an enteroviral aetiology is now accepted, and is indeed provable. It is not surprising therefore that a viral aetiological tag may be applied to some ofthe diseases remaining to be classified. In the same way that patients tend to suggest a food basis for most acute disease -'it must have been something I ate, Doctor'so Medicine suggests that infectious disease is more likely to be due to a virus rather than another agent. I believe that this is what has happened to the group of diseases said to be due to a 'slow virus': The evidence for an infectious cause is reasonable; it is possible to show that a filtrable agent can cause the disease; that it replicates; and that the agent is present in the tissue where the disease process exists. This is as true of neurosyphilis as it is of scrapie or kuru. What is the basis of the name 'slow virus'? I think it is an extension of the fact that similar diseases may be caused by infection with incomplete virus, such as the measles infection causing SSPE.
It is inappropriate to call agents such as the scrapie theSection of agent viruses without better evidence. Viruses are Psychiatry, infectious particles containing genetic information 10 March 1987 stored in DNA or RNA, associated with proteins which package and enclose the nucleic acid and with the ability of the virus to infect a cell. Kuru and scrapie produce neither inflammation nor detectable immune responses and the components of the agent do not appear to be immunogenic. Replication of the virus must be within a cell, as the virus itself does not contain the materials necessary for self replication. The scrapie agent is extremely resistant to chemical and physical conditions which inactivate nucleic acids or which will destroy the infectivity of known viruses. Thus to have an agent which will resist strong acid or alkali, formaldehyde, heat sterilization or irradiation with ultraviolet light at 260 nM is really to be forced to accept that it is not a virus. As it is not a bacterium, parasite or fungus, it may have been labelled a slow virus in desperation. I think it is better called the scrapie agent. It may be that there are other infectious agents which exist in forms that are not visible as are other microbes or viruses. The circular DNA, which may be passed from one bacterium to another by transfection with R-plasmids, confers a change in the host genes when present, leading to a remarkable change in the ability ofthe organism to handle antibiotics. Ifthe plasmids, which are the mechanism of passage, were not known I think it is likely that transferable drug resistance might have been called a viral infection different from that of the plasmid which can transmit it. A chemical which on transmission to a cell can cause replication of further molecules in the cell, and which produces a visible change in the cell may be called an infectious agent, but without the criteria cited above it should not be called a virus.
The fascinating hypothesis ofCrow that a mutagenic virus such as a retrovirus may cause somatic heritable effects in a cell by gene rearrangements introduces a completely new feature into the argument. There would then be the possibility that temporary viral infection might produce a permanent change leading to disease. When the disease presents, the virus might not be present so that Koch's postulates for the disease would not be fulfilled.
Does it matter if we call an unknown effect a viral infection? The answer must, from an investigative point of view be in the affirmative, as the research effort would be diminished, ifthe nature ofthe agent is assumed. To consider the treatments that fail to inactivate the scrapie agent is to learn much of its possible composition, and as stated above, practically to deny its viral nature. This approach to study some of the conditions whose causes are not known can be profitable, and with benefit might be applied to all 01410768/88 the remaining demyelinating disease, schizophrenia 060311-02402.00/0 or any disease with a familial incidence, but without © 1988 evidence of a strict mendelian inheritance.
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We are then considering a group of disorders in Society of which there may be an inherited genetic predisposition Medicine either to infection, or to disease occurrence if infection is present, associated with some other environmental factor. This factor may be infectious or it may be chemical. There is much talk of a symbiosis between a virus infection and food intolerance in patients with the postviral fatigue syndrome. There is a natural tendency to reject such a 'fringe medicine' approach, with some justification. There are, however, simple examples of similar concatenation of infection and environment, where the cause is known. They may be considered trivial, but they do show exactly the conditions that are considered doubtful in other diseases. For example, with the Herxheimer phenomenon in syphilis, the infection is recognized, and the treatment with penicillin is given. A few patients starting penicillin at full doses develop endothelial swelling of the aorta and origins of the coronary arteries leading to myocardial infarction and death. Clearly this is an example where the presence of the infectious disease makes an otherwise safe chemical, penicillin, extremely dangerous. Equally after recovery from syphilis, penicillin would not be a hazard. Ampicillin administration universally produces a rash in the presence of infection with EB virus, and only rarely when used to treat other conditions. To show such an association is not to prove, of course, that the first disease must necessarily be of infectious origin. Oral corticosteroids may produce severe gastrointestinal bleeding in patients with peptic ulceration, a situation in which the prime disease is not thought to be infectious in nature. As its aetiology is not certain, maybe we should consider peptic ulceration for a possible infectious aetiology at another time! I hope that I have shown how I think that by the rather loose labelling of virus infections we may prevent ourselves from taking a step back and looking more widely at the possible causes of a disease. Only by starting with the wide view are we likely to get to the bottom of the causative factorsto take too blinkered a view may be to exclude from consideration the real causes. Beware the aphorism ofthe blinkered investigator 'Don't blind me with science, my mind is made up'. Sexually transmitted diseases today
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The classical 'venereal' diseases were gonorrhoea, syphilis, chancroid and, in tropical countries, lymphogranuloma venereum and donovanosis (granuloma inguinale). By the end of World War II chancroid had become uncommon in industrialized societies, but the incidence of gonorrhoea and syphilis were very high. However, the introduction of penicillin, which effectively cured both diseases, was followed by a rapid decline in the number of new cases, and many authorities predicted that the venereal diseases would soon be eliminated. How ingenuous this seems today! Although the incidence of syphilis, at least in developed countries, remained at a fairly low level, the incidence of gonorrhoea climbed throughout the 1950s and 1960s, and eventually reached record levels; the problem was compounded by the emergence of penicillinase-producing strins ofNeisseria gonorrhoeae (PPNG) in 1975, which soon became widely prevalent, particularly in developing countries'. Twenty years ago, the prevention and control of syphilis and gonorrhoea were the main long-term aim of venereologists. But since the 1970s concepts of sexually transmitted diseases (STD) have undergone radical changes. Firstly, it was realized that there was a broad spectrum of other STD, many of them very important. These so-called 'second generation' STDs included Chlamydia trachomatis infections, genital herpes and human papillomavirus (HPV) infections, some types of vaginitis and enteric infections in homosexual men. The study of these diseases was facilitated by the development of new microbiological techniques. It soon became plain that in the prevailing climate of increasing sexual freedom STD incidence was increasing rapidly. Secondly, the long term consequences of STD, which included infertility, ectopic pregnancy, neonatal infections and some forms of genital neoplasia were posing problems which extended far beyond the confines of traditional venereology. Thirdly, sexually transmitted viruses which cause serious or even fatal systemic diseases have been identifiedfirst hepatitis B, and within the last few years the human immunodeficiency virus (HIV).
Changes in the pattern of STD and their complications in the UK are reflected in the reports published annually by the Communicable Disease Surveillance Centre, which are derived from returns to the Department of Health and Social Security from STD clinics, laboratory reports and other sources. The situation in other industrialized societies is probably broadly comparable to that shown by the UK data, but there are profound differences in the incidence and varieties of STD in developing countries. The number of new cases of syphilis and gonorrhoea reported from clinics in the UK has been falling for several years; this is probably due mostly to successful control programmes, but partly to a decline in infection in homosexual men because of changes in sexual behaviour following publicity about AIDS. None the less, it is disturbing to read of a recent increase in congenital syphilis in the USA2 and early syphilis is still a common disease in many developing countries. The number of cases of infection by PPNG appears to be declining in the UK, but cases are not uncommon in some parts of Europe. In many developing countries PPNG now account for over 50% of isolates of N. gonorrhoeae3. 
